The patient was a 39-year-old woman who, after a brisk movement of the head, noticed pain in the cervical region. Twenty hours later she began to have swelling of the left superior limb. She was treated with muscle relaxants and anti-inflammatory agents with little improvement. Twenty days later the painless swelling persisted and she was admitted to the hospital. Physical examination disclosed fullness and increased diameter of the left arm with cyanosis, oedema and dilation of subcutaneous collateral veins. There were no palpable lymph nodes, and the Adson manoeuvre was negative. Chest X-ray did not show abnormalities. Other investigations, including full blood count, sedimentation rate, serum biochemistry, urine analysis, coagulation study, serum electrophoresis, immunoglobulins, complement, C-reactive protein, rheumatoid factor and antinuclear antibodies, were either normal or negative. A venographic study of the left superior limb was performed (figure 1).
Painless arm swelling in a young woman F The patient was a 39-year-old woman who, after a brisk movement of the head, noticed pain in the cervical region. Twenty hours later she began to have swelling of the left superior limb. She was treated with muscle relaxants and anti-inflammatory agents with little improvement. Twenty days later the painless swelling persisted and she was admitted to the hospital. Physical examination disclosed fullness and increased diameter of the left arm with cyanosis, oedema and dilation of subcutaneous collateral veins. There were no palpable lymph nodes, and the Adson manoeuvre was negative. Chest X-ray did not show abnormalities. Other investigations, including full blood count, sedimentation rate, serum biochemistry, urine analysis, coagulation study, serum electrophoresis, immunoglobulins, complement, C-reactive protein, rheumatoid factor and antinuclear antibodies, were either normal or negative. A venographic study of the left superior limb was performed (figure 1). The venographic study confirmed the presence of axillary-subclavian vein thrombosis (figure 1). Primary forms have been called thrombosis of effort, stress thrombosis, spontaneous thrombosis and idiopathic or Paget-Schroetter syndrome, reflecting the fact that there is no unique pathogenic mechanism.' The thrombosis of the subclavio-axillary veins comprises 1-2% of venous thrombotic events.' QUESTION 2 Secondary forms are frequent and include venous catheterisation, drug addiction, tumour compression, intrathoracic infections, hypercoagulability states, systemic and autoimmune illnesses.' QUESTION 3 The possible treatments of primary axillary vein thrombosis are anticoagulants, local or systemic fibrinolysis, surgery, balloon angioplasty or stenting for residual stenosis, or any combination. In patients without underlying causes the commonest treatment is in fact to do nothing, other than possibly use a compression garment. This is because the majority of these patients show some spontaneous improvement, at least to a state in which the symptoms are tolerable.
Follow-up
The patient was treated with urokinase 250 000 IU as an intravenous bolus injection, followed by a perfusion of 100 000 IU hourly. The next day another venography showed permeability. The urokinase perfusion was discontinued and heparin was given followed by oral anticoagulants. A thoracic computed tomography (CT) scan did not show mediastinal lesion or bone abnormalities.
The arm became thinner and recovered its normal colour. 
